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may be completely asymptomatic (Eisenbrandt et al , 1982) This may be
true, but one must remember that enzootic infections can be very mild and
transient, and easily overlooked Severe clinical disease characterized by
cervical edema and eye lesions may be the exception rather than the rule.

Pathology

SDAV has a tissue tropism for tubuloalveolar glands of the serous or
mixed serous-mucous types, with the submaxillary and parotid salivary glands,
exorbital lacrimal, Hardenan, and intraorbital lacnmal glands being the major
target organs The cervical lymph nodes, thymus, and respiratory tract also
are affected but usually by relatively mild changes (Jacoby et al , 1979,
Wojcmski and Percy, 1986, Schoeb and Lmdsey, 1987)

SDAV strains from different natural outbreaks also differ in organ tro-
pism, i e., they vary greatly in relative incidence and seventy of disease
produced m three organ systems salivary glands, lacnmal glands, and the
respiratory tract Presumably, such differences in organ tropism explain, at
least in part, the variations in pathological (and clinical) expression seen in
the natural disease There is no clear evidence that virus mutation has a
role (Weisbroth and Peress, 1977), although this is still an interesting hy-
pothesis. Differences in virulence of SDAV strains and host factors may
be important (Nunoya et al., 1977; Tuchi et al., 1977, Utsumi et al , 1978;
Jacoby et al., 1979)

The histopathologic changes m salivary and lacnmal glands are charac-
teristic Diffuse necrosis of alveolar and ductal epithelium occurs about 5
days post infection. Rapid infiltration of polymorphonuclear leukocytes
into the necrotic debris and interstitium is accompanied by varying degrees
of interstitial edema. Repair of ductal epithelium quickly ensues, becoming
hyperplastic and squamous in appearance by 10 days post infection. In-
tranuclear inclusions are occasionally observed in the ductal epithelium.
Continued glandular repair and lymphohistiocytic inflammation follow, with
complete restoration of normal glandular architecture by about 30 days post
infection (Jonas et al., 1969; Jacoby et al, 1975, Doi et al, 1980)

Eye lesions can include interstitial keratitis, corneal ulceration, kerato-
conus, synechia, hypopyon, hyphema, and conjunctivitis. Sequelae of the
infection can include megaloglobus with lenticular and retinal degeneration
(Innes and Stanton, 1961; Hunt, 1963; Jonas et al., 1969, Jacoby et al.,
1975, 1979, Lai et al., 1976; Weisbroth and Peress, 1977).

Thymic lesions are limited to focal necrosis of the cortex and medulla
with some widening of interlobular septae Focal necrosis and lymphoid
hyperplasia occur in the cervical lymph nodes. Mild interstitial pneumonia
has been seen in experimental cases (Jacoby et al, 1975; Bhatt and Jacoby,
1977; Wojcmski and Percy, 1986; Schoeb and Lmdsey, 1987)